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Histologically, there is diffuse marrow fibrosis and no neoplastic proliferation of megakaryocytes. Megakaryocytic myelosis has been considered in man as a variant of acute myelogenous leukemia with particularly prominent proliferation of megakaryocytes [ 11.
Neoplastic megakaryocytes may be seen in peripheral blood smears 121, however, it has been thought that these neoplastic megakaryocytes usually do not appear in the peripheral blood [3] . In this case it was not possible to examine a blood smear, but the presence of numerous megakaryocytes in the sinusoids of liver and in the pulmonary capillaries indicates that they were probably in the circulation. Absence of significant petechial or diffuse hemorrhage in this case could not be explained satisfactorily. packed cell volume and serum protein concentrations were within normal limits eight days prior to death. Fecal specimens were negative for parasite eggs. Psuedornonas was isolated from fecal cultures. Treatment had included B-vitamin complex, sulfadimethoxine, paregoric, electrolyte, and fluid therapy. During the two days prior to death, the foal developed signs of severe abdominal pain. The foal died soon after a tentative diagnosis of gastric perforation was made following abdominal paracentesis and examination of peritoneal fluid.
Upon gross necropsy examination, there were ulcers in the mucosa of the distal esophagus, perforating ulcers in the nonglandular region of the stomach, and 12 to 15 liters of gray fluid in the peritoneal cavity. The intestinal contents were soft and semifluid. No parasites were present in the gastrointestinal tract. Death was attributed to acute peritonitis and toxemia. Tissues were fned in 10% neutral buffered formalin, embedded in paraffin, and 5-nm sections were stained with hematoxylin and eosin (HE). Formalin-fmed, paraffin-embedded sections were deparaffmized, washed with phosphate buffer, post-futed in 1% osmium tetroxide, dehydrated in graded alcohols, and embedded in epon-araldite resin. These sections were stained with 2% aqueous uranyl acetate and lead citrate.
Histologically, there was necrosis and ulceration of the esophageal and gastric mucosal squamous epithelium. Large basophilic intranuclear inclusion bodies, typical of adenovirus, were numerous in the mucosal epithelium of the duodenum, jejunum, and ileum ( fig. 1 ). The inclusions were most common in the villous epithelium, less common in the crypt epithelium, and occasionally in the submucosal glandular epithelium ( fig. 2 ). Focal to diffuse areas of moderate villous atrophy were present throughout the small intestine. Sloughing of villous epithelial cells, many of which contained inclusion bodies, was widespread and attributed to autolysis. Ultrastructurally, the inclusions consisted of a protein matrix mixed with viral nucleocapsids approximately 80 nm in diameter. There was coarse clumping of nuclear chromatin along the nuclear membrane ( fig. 3) . Inclusion bodies were confined to the small intestine and none were observed in other tissues examined. A mild peribronchiolar mononuclear leukocyte infiltration, interstitial pneumonia, mild mononuclear leukocyte cholangiohepatitis, and bile-duct hyperplasia were present in sections of lung and liver tissue. No lesions characteristic of combined immunodeficiency were observed in tissue sections of spleen and mesenteric lymph nodes. However, inactivity of lymphoid tissue, characterized by the absence of secondary follicles and pla'sma cells, was marked. No significant lesions were observed in tissue sections of cardiac and skeletal muscle, adrenal and thyroid glands, brain, kidney, or colon. No pancreatic tissue was examined histologically, and no tissues were cultured for bacterial or viral organisms.
Adenoviruses have been isolated from several breeds of horses with respiratory tract infections [l, 3, 4, 6, 71 and were reported to be the predominant cause of death in Arabian foals with combined immunodeficiency disease [5] . Although enteritis has not been reported as a frequent complication following adenovirus infection, clinical signs of diarrhea were observed in adenovirus-infected Arabian foals [4] and in Thoroughbred horses during seroconversion from adenovirus negative to positive titers [6] . Intestinal lesions in Arabian foals with diarrhea were reported as focal exfoliation of duodenal epithelial cells containing inclusions [4] . Duodenal villous atrophy was reported in a specific pathogen free foal following experimental adenovirus infection [2] . Although death of the foal was attributed to acute peritonitis associated with perforated gastric ulcers of unknown cause, villous atrophy of intestinal epithelial cells secondary to adenovirus replication may have been responsible for the diarrhea in this foal.
Pineoblastoma, a Primitive Neuroectodermal Tumor in the Brain of a Horse
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In one large study of 400 brain tumors of animals [4] , 15 were found in the horse. Six were mesodermal sarcomas, six were ectodermal pituitary tumors, one was a metastatic carcinoma, and two were neuroectodermal tumors. These latter two included an unclassified glioma and a plexus papilloma. Of the 400 tumors included in that study, 30.5% were neuroectodermal in origin. A report of canine brain tumors [ S ] demonstrated that gliomas comprised 48% of the neuroectodermal tumors. No tumors of pineal origin were identified. Undifferentiated or primitive tumors of the brain of neuroectodermal origin have not been reported in the horse, although pinealomas have been seen very rarely in horses, cattle, and dogs [ 11.
This report describes a primitive neuroectodermal tumor in a horse, anatomically located in the brain to allow classification as a pineoblastoma. It was an adult quarter-horse stallion that had exhibited progressive central nervous system signs for four to five months and became progressively weak and incoordinated. There was no complete examination by the attending veterinarians and further localization of clinical signs was not available. The horse was killed and submitted for necropsy.
Gross necropsy demonstrated a soft, friable to gelatinous, grayish yellow, 4 x 4 x 6 cm poorly defined mass enveloping the brain stem anterior to the cerebellum, and extending to the pituitary fossa. This extramedullary tissue was adherent to the ventromedial aspect of the occipital lobes and distorted the anterior lobes of the cerebellum. The brain was fixed intact in 20% formalin and cut for gross and microscopic evaluation after adequate fixation.
On cut sections, the mass did not involve the cerebellum, but invaded the third ventricle, and extended from the occipital lobes anteriorly into the lateral ventricles. There were foci of tumor cells invading the peri-ventricular brain parenchyma ( fig. l) , possibly extending along vascular channels.
The tumor consisted of sheets of closely packed, small, round to oval cells with dense hyperchromatic nuclei and a scant rim of cytoplasm ( fig. 2 ). Mitotic activity was minimal. No distinct rosettes or mosaic pattern was detected, only hints of cell polarization and rhythmic
